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patient was allergic to contrast medium. The patient’s
condition had met American College of Rheumatology
criteria for SLE, and she had been maintained on various
doses of steroid therapy for 24 years. The patient had
undergone repeated surgery for her shoulder because of
arthritis. The white blood cell count was 5100/L and
the C-reactive protein level 0.33 mg/dL. The aneurysm
was successfully resected and replaced with a tube graft
through left thoracotomy with partial cardiopulmonary
bypass. The external features of the aneurysm did not sug-
gest inflammatory aneurysm. The suture line of the aortic
wall was reinforced with a polytetrafluoroethylene felt
strip. A part of the left lateral aneurysmal wall was
obtained for histologic examination. No abnormal find-
ings with chest CT scan 6 months after the operation were
discovered. The pathologic diagnosis was inflammatory
aneurysm with arteriosclerosis (Figs 2 and 3). The
aneurysmal wall was thickened and consisted of fibrous
scar tissue. Focal calcifications and atheroma were found
Systemic lupus erythematosus (SLE) is a disease with
an unknown cause that may produce variable combina-
tions of malar or discoid rash, photosensitivity, oral ulcers,
arthritis, serositis, antinuclear antibody, and renal, neuro-
logic, hematologic, or immunologic disorders. The devel-
opment of steroid therapy and hemodialysis has decreased
the mortality rates of SLE, and prolonged prognosis is
expected. Cardiovascular lesions are increasingly recog-
nized in patients with this long-standing disease, especially
in those patients who undergo chronic steroid therapy.
The pericardium, myocardium, endocardium, and coro-
nary artery are mainly involved as pancarditis, but there
have been few reports on aortic aneurysm in patients with
SLE. On the other hand, it has been reported that
fusiform or saccular aneurysms are found in 31.9% of
patients with Takayasu’s arteritis in the various sites of the
aorta and its major branches and that 11.6% of patients
with thoracic aortic aneurysms had giant cell arteritis.1,2
Arteritis in a nondissecting aneurysm of the thoracic aorta
with SLE is described in this article.
CASE REPORT
A 35-year-old woman, with a nondissecting aneurysm
of the distal descending thoracic aorta that was 55 mm in
diameter with computed tomography (CT) scan results,
was referred to our department (Fig 1). The diameter of
the aneurysm had increased by 5 mm for the last 9
months. An angiogram was not performed because the
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A nondissecting aneurysm of the distal descending thoracic aorta, 55 mm in diameter, in a 35-year-old woman who
was undergoing 24-year steroid therapy of systemic lupus erythematosus was successfully resected and replaced with a
tube graft. The suture line of the aortic wall was reinforced with a polytetrafluoroethylene felt strip. Histologically, the
media and adventitia contained numerous lymphoplasmacytic infiltrates that consisted of B and activated T cells mixed
with plasmacytes. These findings would have been in accordance with active aortitis. Systemic lupus erythematosus was
suggested as possibly associated with nondissecting thoracic aortic aneurysm, especially in patients undergoing chronic
steroid therapy in which inflammation continued. (J Vasc Surg 2002;35:801-4.)
Fig 1. Aneurysm, 55 mm in diameter, of distal descending tho-
racic aorta on axial computed tomographic scan.
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within the thickened intima. The media contained much
vasa vasorum with fibrosis and showed focal destructions
of the elastic texture, a so-called worm-eaten appearance.
The adventitia was fibrous and thickened and contained
numerous vasa vasorum, arteries, and veins. They were
not occluded, but the walls were thickened in some. The
media and adventitia contained numerous lymphoplasma-
cytic infiltrates of focal, partly perivascular distribution.
These cells were mostly B lymphocytes (positive to L26)
and activated T (positive to UCHL1) cells mixed with
plasmacytes. The cause of the original aortic inflammation
could not be identified with histology. The inflammatory
process seemed to still be active because of the existence of
young plasmacytes. These findings would have been in
accordance with aortitis in SLE.
DISCUSSION
More cardiovascular manifestations in SLE have been
found in recent years because of the development of vari-
ous therapeutic methods for SLE. Pancarditis is common,
but aortic aneurysm with or without dissection is one of
the uncommon complications in patients with SLE.
According to the review of the literature by Khan and
Spiera3 on aortic aneurysm with SLE, nine cases, includ-
ing their patients, had been reported. Dissection was
found in five cases, and nondissecting aneurysm in four.
No evidence of inflammatory vascular lesions was found,
and evidence of medial degeneration of Marfan type was
noted in all five patients (three with dissection and two
with nondissecting aneurysm) whose aneurysms were his-
tologically examined.
However, there have been three reports of vasculitis
in aortic dissection with SLE. Guard et al4 have shown
non–giant cell active arteritis with fibrinoid necrosis and
obliterative endarteritis of vasa vasorum in autopsy
results of a 31-year-old woman undergoing a 9-year
treatment of SLE whose aortic dissection ruptured into
the pericardial sac. In acute aortic dissection of a 40-year-
old man with a 22-years history of SLE, Hussain et al5
have also shown mild perivascular chronic nonspecific
Fig 2. A, Thickened aortic wall consists of fibrous scar tissue and focal atheromas within thickened intima (original magnification, 40;
elastic van Gieson’s solution). B, Vasa vasorum with thickened wall (black arrow) and numerous lymphoplasmacytic infiltrates of focal
(white arrow), partly perivascular distribution in adventitia (original magnification, 100; hematoxylin-eosin stain). C, Focal destructions
of elastic texture, so-called worm-eaten appearance, in media (original magnification, 100; elastic van Gieson’s solution).
inflammation, edema, and fibroblastic proliferation in
the adventitia. Kameyama et al6 have described
Takayasu’s arteritis with dissection of the ascending aorta
and arch in a 47-year-old Japanese woman undergoing a
20-year treatment of SLE.
On the other hand, only one case with arteritis in
nondissecting aneurysm with SLE has been reported by
Stehbens et al.7 They have shown a 56-year-old man with
abdominal aortic aneurysm and a 16-year history of SLE.
Histologically, the adventitia and perianeurysmal tissue
were moderately vascular with foci of reactive lymphoid
hyperplasia. The small vessels in the adventitia exhibited
extensive active polyarteritis with severe arterial narrow-
ing. Active inflammation was found in this case. To our
knowledge, arteritis in nondissecting thoracic aortic
aneurysm has never been previously reported in a patient
with SLE.
Prolonged treatment of SLE with steroid therapy
helps in decreasing cardiac lesion (eg, active endocarditis
and pericarditis) but increases the incidence rate of sys-
temic hypertension and coronary atherosclerosis and
accelerates the severity of them.8 Steroid therapy has been
known to affect the connective tissues by inhibiting chon-
droitin sulfate and formation of granulation tissue and to
JOURNAL OF VASCULAR SURGERY
Volume 35, Number 4 Takagi et al 803
enhance the incidence rate of atherosclerosis. The micro-
scopic examination results of the aneurysmal aortic wall in
Hussain and colleagues’ report5 showed medial necrosis of
undetermined origin, and therefore corticosteroid treat-
ment probably would have an influence on the disintegra-
tion of connective tissue of the media aggravated by
steroid-induced long-standing hypertension. This case’s
patient had undergone steroid therapy for 24 years.
Prolonged steroid therapy might influence cystic medial
necrosis in some and mucoid degeneration in the others,
noted in aortic aneurysm associated with SLE. These case
results suggested that SLE could be associated with
nondissecting thoracic aortic aneurysm, especially in
patients undergoing chronic steroid therapy in which
inflammation continued.
In the surgical treatment of cardiovascular disorders
caused by systemic inflammatory diseases, such as
Takayasu’s arteritis and Behçets’ disease, that require
steroid therapy, there have been several reports on pros-
thetic valve detachment, bypass graft occlusion, and
pseudoaneurysmal formation as complications after
surgery.9,10 The control of inflammation before and
after surgery and the reinforcement of the suture line in
the treatment of cardiovascular disorders caused by
Fig 3. A, Lymphoplasmacytic infiltrates in adventitia (original magnification, 400; hematoxylin-eosin stain). B, B cells positive to L26
(original magnification, 200; immunohistochemistry). C, Activated T cells positive to UCHL1 (original magnification, 200; immuno-
histochemistry).
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inflammatory disease is important to decrease the inci-
dence rate of complications.11 In this case, inflammation
was clinically controlled with steroid therapy despite the
existence of active aortitis in pathology, and the suture
line was reinforced with a polytetrafluoroethylene felt
strip. No abnormality with chest CT scanning has been
detected 6 months after the operation.
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